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Studies on Sickle Cell Anemia and the Frequency of Sickle |
Cell Trait in Saudi Arabia.

Chi-Sung Yeh
ABSTRACT

The frequency of sickle cell trait in healthy residents and the percentage of sickle cell anemia in
anemia patients of Saudi Arabia were investigated in this work. Blood samples were collected from
45,000 healthy blood donors (43,200 male, | ,800 female) at a hospital in Saudi Arabia for sickle cell
trait study. The samples were screened by sodium metabisulfite treatment method. The samples which
showed positive reaction (7,875 cases, 17.5%) were further analyzed by hemoglobin electrophoresis
on cellulose acetate. The results indicated that 7,871 cases<!7.49%) were HbAS including 7,753
cases male (18.09% of male) and |18 cases female(6.6% of female). The remaining 4 cases
(0.009%) were HbAFS, and no HbAA; or HbSS was observed. Blood samples of 1,802 (1,232
male, 570 female) anemia patients of the hospital were also collected for sickle cell anemia study- The
samples were tested with Sealing method and 179 cases (9.9%) which gave positive results were
further analyzed by hemoglobin electrophoresis. The results revealed that 162 cases (3.0%, 130
male, 32 female) were HbSS, 2 cases (I male, | female) were HbSC, and 5 cases (13 male, 2
female) were Sickle-Thalassemia. Among 162 cases of sickle cell anemia, 13 patients were dead and
one of them was suffered from sickle cell crises, AIDS, and chronic myelocytic leukemia. The results
of this work indicated that the frequency of sickle cell trait (17.49%) in Saudi Arabia residents was
higher than that of the other areas. In this country, theoretically, the possibility of a resident who was
born to be a HbSS was calculated to be 0.8% (1:125) . As a matter of fact, 9.0% of anemia patients
were found to be suffered frem sickle cell crisses.

Key words: Saudi Arabia, Sickle cell trait, Sickle cell anemia, Cellulose acetate electrophoresis-
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